Thirteen patients with confusional state and cerebral infarction were studied. Seven patients had optic pathway alterations. On computed tomographic scan, 2 patients had multdple infarctions and 10 had single infarctions, predominantly located in the temporo-occipital associative cortex. One patient had a normal scan. Reduction of 'selective attention', 'release' hallucinations, amnesic syndrome and secondary individual adjustment could explain the confusional state.
Introduction
Confusional state (CS) has long been considered the consequence of acute diffuse cerebral dysfunction or injury to specific cerebral areas, generally medial in the Wernicke-Korsakoff syndrome. CS due to cerebral infarction, not attributable to metabolic encephalopathy, acute intoxication, drug withdrawal or infarction, is relatively uncommon.
Agitated delirium,' acute confusional state,2 vascular psychotic organic brain syndrome,3 delayed psychosis,4 transient behavioural syndrome5 or agitated confusion6 are all terms used to designate CS in patients with ischaemic cerebral lesions, sometimes with scanty localizing signs.
Our paper describes 13 patients with CS and ischaemic lesions of different size and location, and underlines the difficulty in assigning this complex syndrome to a specific area.
Methods
We reviewed the records of patients admitted to the Neurology Service of the 'Primero de Octubre' Hospital (Madrid, Spain) from February 1981 to December 1985. CS was defined by the presence of disorientation, inattentiveness, poor concentration, agitation and disordered perception (illusions, delusions and hallucinations). Patients with metabolic encephalopathy, acute intoxication, drug withdrawal, systemic infection or pre-existent dementia were excluded. Alcoholism, malnutrition or chronic ingestion of drugs with psychotropic effects were specifically excluded in the cases selected. Thirteen patients (9 males and 4 females, 47-80 years) met these criteria. Computed tomographic (CT) scan was performed in all cases.
Results
Results are summarized in Table I . Onset of CS was simultaneous with development of neurological deficits in 7 cases. In 5 patients, CS onset was delayed 24 hours (2 cases), 1 week, 1 month and 2 months (1 case each) with respect to the onset of other deficits. The course of CS was transitory in most patients, but in 4 the confusional syndrome persisted after one year (1 case) and two years (3 cases) of follow-up. Nine patients had arterial hypertension and 7 had suffered prior ischaemic episodes. There were optic pathway alterations in 7 patients: 4 homonymous hemianopsia, 1 homonymous quadrantanopia and 2 amaurosis. Six patients had motor or sensorial deficits, never severe. One patient suffered aphasia. No patient evidenced dementia in the strict sense.7 The manifestations of CS were similar in these patients. In 8, vivid complex hallucinations of persons or animals in motion induced intense motor activity evoking 'delirium tremens'. Hallucinations were occasionally terrifying, producing panic in the patient. The hallucinatory imagery constantly coexisted with perceptive illusions and appeared or became more accentuated at night. Eleven patients were agitated at some time, requiring sedation or mechanical restraint. The aggression of case 4 led to transfer to a specialized psychiatric centre. Four patients had theft and persecution delusions. In no case was leukocytosis found in peripheral blood and a clear chest X-ray was present in all patients at the time of appearance of the confusional syndrome. On CT scan, the size and location of the infarctions varied widely (Figure 1) . Case 
